BACKGROUND: Cell migration plays a pivotal role during tissue morphogenesis and homeostasis in multi-cellular organisms. By integrating extracellular cues and intracellular signaling, migration ensures the organized spatial distribution of cells. One of the hallmarks of tumor malignancy is the ability of cells to not only locally invade its surrounding parenchyma but also distally metastasize. Thus, tumors often display a collective sheet of migrating cells which may eventually disseminate and migrate in a single cell manner. To model this phenomenon, we studied the underlying mechanism controlling collective and single cell migration. METHODS: We studied collective and single cell migration in a nanogrooved substratum which mimics reorganized fibrous structures of extracellular matrix. We used our in vivo murine intracranial xenograft model using human GBM cells to study the role of YAP in driving invasive tumor growth. We studied if the YAP-driven cell dispersal mechanisms confer poor patient
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